We investigated the effect of CH-19 Sweet, a nonpungent cultivar of red pep per, and capsiate, a nonpungent capsaicin analog found in CH-19 Sweet on body tempera ture in mice. The body temperature was recorded from conscious and unrestrained mice by use of a telemetry system. The body temperature in the mice administered CH-19 Sweet was higher than in the mice administered California-Wandar, which contains no capsiate or capsaicin. The body temperature in the mice administered capsiate was higher than in the mice administered the vehicle. Furthermore, we injected capsazepine, a specific antagonist of vanilloid receptors, into the peritoneal cavity and orally administered capsiate via a stom ach tube to mice. The body temperature in the mice pretreated with capsazepine was lower than in the mice injected with the vehicle. This result suggested that capsazepine sup pressed the rise in body temperature induced by capsiate administration. In conclusion, CH 19 Sweet increased body temperature, and this effect may be induced by the vanilloid recep tors' stimulation of capsiate.
Capsium species, or hot peppers, are important plants and have been used worldwide as food, spices, and med icines. Capsaicin, (E)-N-[(4-hidroxy-3-methoxyphenyl) methyl]-8-methyl-6-nonenamide, the major pungent component in fruits of Capsium, has been reported to enhance the catecholamine secretion and energy ex penditure (1) , and its long-term adiministraion sup presses the body fat accumulation in experimental ani mal studies (2) . Hot peppers and capsaicin may be ap plicable as a diet therapy for obesity, but its usage as a food additive or drug is limited by its strong pungency and nociceptive activity.
Among many capsaicin analogs reported as the com ponent of hot red pepper, those with a C14 to C20 side alkyl chain are not pungent. Furthermore, Watanabe et al. (1) reported that these long-chain nonpungent cap saicin analogs stimulated the adrenaline release. Indeed, the chemically synthesized C18 long-chain cap saicin analog showed no pungency and enhanced fat metabolism (3) . Unfortunately, these long-chain non pungent capsaicin analogs are minor components in natural hot pepper fruits and are very difficult to isolate from hot capsaicin. Many species of low-pungent hot red pepper have been analyzed, but a fruit body with a higher ratio of long-chain capsaicin analogs has not been found. Yazawa et al. (4) reported that the fruits of a nonpun gent cultivar of pepper, named CH-19 Sweet (Capsicum annuum L.), contain only a small amount of capsaici noids, but a large amount of capsaicinoid-like sub stances (CLSs). Kobata et al. (5) characterized one of them and found a nonpungent capsaicin analog, named capsiate.
In the present study, we measured the body tempera ture of mice by telemetry system to determine whether CH-19 Sweet and capsiate have thermogenetic effects. We also examined the effect of capsazepine, a specific and competitive inhibitor of vanilloids, on body temper ature.
METHODS

Animals.
Five (Fig. 1) or control groups (Figs. 2 and 3) gradu ally decreased. The reason for this decrease was derived from circadian variation, change in environment tem perature, or the prohibition of meals, because the body temperature of the mice at rest gradually decreased and did not differ from that of the California-Wandar or con trol groups in our preliminary experiment (data not shown).
CH-19 Sweet and Takanotsume had a similar effect on the change in body temperature after administra tion. Hot chili peppers are known to contain many cap saicinoids; for example, dihydrocapsaicin and nordihy drocapsaicin. CH-19 Sweet had also been reported to contain at least two capsinoids, capsiate and dihydro capsiate, and their metabolites, e.g., vanillyl alcohol (1). The amount of capsiate contained in CH-19 Sweet was about 0.3 to 1.0mg/g fruit. This amount is similar to the amount of capsaicin in chili peppers. Thus it is thought that the effect of CH-19 Sweet and Takanotsume on body temperature is caused by the total effect of their ingredients.
Capsaicin was reported to decrease body temperature in experimental animals (8, 9) . It was also reported to decrease body temperature in mice by intraperitoneal or subcutaneous injection (10) . However, there were some reports about the change in body temperature after the oral administraion of capsaicin in mice. It was suggested that the reason for the contradiction between reports about the hypothermic effect of capsaicin and the results in the present study is that the metabolism of capsaicin is different between mice and other species because Sietsema et al. (11) showed that capsaicin orally administered to mice was catabolized rapidly in the stomach and intestines. Influenced by previous re ports and the results in the present study, we thought that intravenous, intraperitoneal, or subcutaneous in jection of capsaicin decreases body temperature and that the oral administration of capsaicin increases body temperature in mice.
Our results showed that the rise in body temperature by capsaicin and capsiate administration was sup pressed by capsazeipine injection. This suggested that 
